SUMMARY A family with multiple musculoskeletal abnormalities is reported. The disorder is characterised by platyspondyly, abnormality of the upper femoral epiphyses, and the development of precocious osteoarthritis. It is proposed that this family represents an example of autosomal dominantly inherited spondyloepiphyseal dysplasia tarda (SED tarda).
This study was initiated by the admission to hospital of a 54-year-old woman (11-6, Fig. 1 ) for her second total hip joint replacement. The marked degree of cartilage loss in many joints, and the presence of a strong family history of musculoskeletal abnormalities, prompted a detailed study of other family members.
Patients and methods
All living affected and many unaffected family mem- Subject 111-6 had been treated for presumed Perthes's disease during childhood, subject 111-21 was treated for bilateral congenital dislocation of the hip, and subject 111-24 was diagnosed as having traumatic synovitis of the right hip and knee when aged 3 years. Bone fragments resulting from osteochondritis dissecans had been surgically removed from subjects 111-8, III-21, and 111-31.
Physical examination revealed restriction of movement in affected joints with no associated extraskeletal features.
X-rays of the spine in all living affected members showed platyspondyly (Fig. 2) , whereas those lacking symptoms had normal vertebral bodies, including subject 111-1 3, a young woman who had been treated for scoliosis in childhood with the insertion of a Harrington rod but did not have any other joint symptoms. Hip x-rays of affected individuals in childhood showed irregularity of the femoral heads (Fig. 3) and in adulthood the development of degenerative changes (Fig. 4) . X-rays of other painful joints in the propositus showed degenerative changes (Figs. 5, 6 ) in sites not usually affected by primary osteoarthritis.
Discussion
The findings presented are consistent with a diagnosis of dominantly inherited spondyloepiphyseal dysplasia tarda. SED tarda has been reported as hav- The development of precocious osteoarthritis is not an uncommon problem. When spondyloepiphyseal involvement predominates, the differential diagnosis includes spondyloepiphyseal dysplasia congenita, Morquio's disease and other mucopolysaccharidoses, chondrodysplasia punctata, Dyggve-Melchior-Clausen dysplasia, hypothyroidism, and Kashin-Beck disease.These entities are well defined, usually presenting with developmental abnormalities in childhood. Multiple epiphyseal dysplasia, which is almost always inherited as an autosomal dominant, presents in a similar manner to SED tarda, but x-rays of the spine show that changes, if present, are confined to the edges of the vertebral bodies without any effect on vertebral height, and there is prominent involvement of the distal as well as the proximal skeleton.
This study illustrates the importance of the family history in determining the cause of degenerative arthritis when it occurs in unusual sites or at a young age. Although epiphyseal dysplasias are relatively uncommon, awareness of their place in the differential diagnosis of osteoarthritis may well prevent the inappropriate treatment of musculoskeletal complaints, particularly in childhood.
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